Abstract. Gordon's syndrome was diagnosed in a 19\ x=r eq-\ year-old woman who had hypertension, hyperkalemia and hyperchloremic acidosis. In family screening, hyperkalemia and hyperchloremic acidosis were also found in the patient's mother and brother. The proband and her brother were studied and showed normal glomerular function with normal renal sodium conservation and urine acidification mechanisms. The levels of plasma aldosterone were normal in both subjects. The renin activity was low in the proband but normal in the brother. Both the basal and the volume-stimulated plasma concentration of atrial natriuretic peptide was low in the two patients. As The family was screened by studying the parents and two brothers of the proband (Fig. 1) 
Gordon's syndrome (hypertension and hyperkalemia with normal glomerular filtration rate) is a rare disorder in which hyperkalemia of renal origin occurs in the absence of glomerular insuffi¬ ciency or renal sodium wasting and in which hyperchloremic acidosis, hypertension, and hyporeninemia coexist (Schambelan et al. 1981 (Brautbar et al. 1978; Farfel et al. 1978a,b; Lee et al. 1979; Bravo et al. 1980; Iitaka et al. 1980 ; Lee & Morgan 1980; Licht et al. 1985) . The inherit¬ ance seems to be consistent with an autosomal dominant trait. Sodium chloride volume overload appears to be a common feature of the syndrome, whereas the underlying mechanism remains ob¬ scure. Schambelan et al. (1981) have suggested that the primary abnormality in Gordon's syndrome is an increased reabsorptive avidity of the distal nephron for chloride. This enhances sodium chloride reabsorption, resulting in volume expan¬ sion and decrease of the intratubular electronega¬ tivity required for the excretion of potassium and hydrogen ions. This results in hyperkalemia and acidosis. Another hypothesis maintains that hypervolemia in patients with Gordon's syndrome re¬ sults from a lack of natriuretic or chloruretic fac¬ tors, for instance owing to deficient action of the atrial natriuretic peptide (ANP) 
Methods
All investigations were carried out in the metabolic ward. The patients were on isocaloric diet (30 kcal/kg per day) containing approximately 100 mmol potassium. The so¬ dium content of the basic diet was approximately 10 mmol/day and was varied with sodium chloride tablets to provide 100 mmol of sodium chloride a day.
The glomerular filtration rate was estimated by the en¬ dogenous creatinine clearance. Renal conservation of so¬ dium was evaluated by measurement of the 24-h urinary excretion rate of sodium during a 5-day period on low sodium diet (10 mmol daily). Renal acidification was evaluated by oral administration of ammonium chloride, 0.1 g/kg.
Studies of the renin-angiotensin-aldosterone activity were carried out on 100-mmol sodium diet for 3 days. The studies comprised determination of the 24-h urinary excretion of aldosterone and electrolytes. In addition, plasma samples were taken at 08.00 h after overnight rest and at 12.00 h after 4 h of upright activity for determina¬ tion of plasma aldosterone, renin, sodium, and potas¬ sium concentrations.
The response of atrial natriuretic peptide to volume overload was studied in the patients and in 4 female and Renin-angiotensin-aldosterone system and sodium and potassium balance on a diet containing 100 mmol sodium and 100 mmol potassium. The proband had all the main characteristics of the disorder, including hyperkalemia without glomerular insufficiency and without renal so¬ dium wasting, hyperchloremic acidosis, hyperten¬ sion and hyporeninemia (Schambelan et al. 1981) .
The brother had hyperkalemia and hyper- Table 3 Effect of Na2S04 infusion on urine excretion of electrolytes and blood acid-base status.
Subject
Urine excretion (mmol/h)* Na K-Na-ratio (Batlle 1981; Battle et al. 1981 ).
Deficiency of any natriuretic or chlorouretic fac¬ tor, including atrial natriuretic peptide, could ex¬ plain the pathophysiologic mechanism of the syn¬ drome. Our results are compatible with this sug¬ gestion. In our patients the basal plasma concen¬ trations of atrial natriuretic peptide tended to be low even in absolute terms, but surely they were in¬ appropriately low in the face of the fact that pa¬ tients with Gordon's syndrome are hypervolemic In accordance with previous findings (Arnold & Healy 1969; Gordon et al. 1970; Lee et al. 1979; Schambelan et 
